A 35-year-old patient who presented with recurrent chest infection, pulmonary oedema and cardiac failure was found to be grossly hypocalcaemic owing to previously undiagnosed hypoparathyroidism. The cardiac failure was not easily relieved by digoxin and diuretics but it quickly responded when the plasma calcium was restored to normal with dihydrotachysterol. With dihydrotachysterol as sole treatment for more than 2-5 years he had normal exercise tolerance and no features of cardiac failure.
Introduction
Congestive cardiac failure is not well recognized as a complication of hypoparathyroidism although the ECG changes of hypocalcaemia are well known. In their early review, Bronsky et al. (1958) recorded cardiac failure in four out of fifty published cases of idiopathic hypoparathyroidism. More recently, in neonates, the association between oedema, hypomagnesaemia and hypocalcaemia has been noted (Chiswick, 1971 (Chiswick, , 1972 and others (Troughton and Singh, 1972) have attributed oedema to cardiac failure secondary to hypocalcaemia in this age group. In older children cardiomegaly in association with hypoparathyroidism was noted by Antebi et al. (1966) , cardiac size becoming normal during treatment with vitamin D2 and calcium gluconate. More dramatic results were described by Aryanpur, Farhoudi and Zangeneh (1974) in a 14-year-old girl with hypoparathyroidism whose cardiomegaly and frank congestive failure responded to intravenous calcium and vitamin D. Cardiac complications of hypoparathyroidism may however occur in adult life. Three of the four patients in the review of Bronsky et al. (1958) were adults, but each may have had some other contributing factor for their cardiac failure. The patient reported here is an adult with the monilia hypoparathyroid syndrome whose profound hypocalcaemia was complicated by congestive cardiac failure.
Case history
The (Mines, 1913) . A review of the present evidence concerning the role of calcium ions has been made by Nayler (1975) . Briefly, it is believed that membrane depolarization results in a sudden increase in the intracellular availability of calcium ions. The ions interact with the regulatory proteins troponin and tropomyosin allowing the actin to activate myosin ATPase. Under these conditions ATP hydrolysis occurs at a sufficiently rapid rate to provide energy for the activation of the cross-bridges linking adjacent actin and myosin filaments. It is suggested that the cardiac failure in the patient described here was directly due to the profound hypocalcaemia impairing myocardial contractility. Dent et al., 1970) . His myocardium, therefore, was probably subjected to years of severe hypocalcaemia. The patient of Aryanpur et al. (1974) had also taken phenobarbital and phenytoin and presented with a serum calcium of 3 5 mg/100 ml (0-88 mmol/l). After allowing for the serum albumin of 28 g/l in this patient the calcium would correct to about 1-3 mmol/l, a value similar to that in the patient reported here when he first presented. The patient of Antebi et al. (1966) suffered severe and frequent seizures from 1 year of age and presented with profoundly low plasma calcium values of 3.6-4.6 mg/100 ml (0-9-1 2 mmol/l). Anticonvulsant treatment was not mentioned in this account nor any plasma protein values with which to correct the calcium measurements.
The patient described here suffers from the monilia-hypoparathyroid syndrome (see Rimoin and Schimke, 1971, for al., 1974) . It would seem that the normal function of skeletal muscle is more sensitive to lack of vitamin D and that of cardiac muscle more sensitive to very low extracellular calcium concentrations.
There was no evidence of adrenal cortical deficiency in this patient which is commonly found in the monilia-hypoparathyroid syndrome. Several other interesting metabolic abnormalities were found, however, including the hypouricaemia which reversed during treatment and was unexplained. The very mild steatorrhoea might have been secondary to the hypocalcaemia (Dent and Friedman, 1964) but repeat measurements of the faecal fats have not been made to see if the abnormality has reversed now the plasma calcium is normal.
